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A 69-year-old man was admitted for the evaluation of symptoms of heart failure. At admission, kidney function was normal (serum creatinine [SCr] 106 mmol/l (1.2 mg per 100 ml)). On hospital day 2, he underwent cardiac catheterization. SCr increased in the face of continued diuresis, and 4 days after catheterization, SCr was 273 mmol/l (3.1 mg per 100 ml). A nephrologist was consulted for the evaluation of acute kidney injury. Urinalysis was negative and urine microscopy was bland. Peripheral eosinophilia and eosinophiluria were absent. Imaging of the kidneys was recommended to evaluate for contrast-induced nephropathy. Non-contrasted computed tomography of the abdomen (Figures 1 and 2) showed bilateral persistent nephrograms and vicarious excretion of iodinated contrast material by the gallbladder (Figure 1 ). In the face of kidney injury, the gallbladder can excrete iodinated contrast material. This results in enhancement of the gallbladder on computed tomography scanning, and has been termed 'vicarious,' as this is clearly not the usual mechanism of contrast excretion. 
